Sir,
Deregulation of hypothalamo-pituitary adrenal axis (HPA) is one of the oldest and most consistent findings in depression. It is now generally accepted that stressful life events and chronic difficulties can trigger the onset of depression in predisposed individuals. Enough is known about the central control of HPA function and its response to stress in the neurobiology of triggering the depression. The stress induces hypercortisolaemia which triggers depression by inducing genomic change. There are two types of corticoid receptors in brain tissue -type I and type II receptors (Reul & De Kloet, 1986) . Under basal conditions Cortisol has very high affinity with 80% occupancy of type I receptors whereas type II receptors are occupied and activated only during stress (Ratka, 1989) . Further, hippocampus is the most vulnerable site for the neurotoxic action of glucocorticoids The glucocorticoid recepters are predominandy present in hippocampal area. Of late, in vivo hippocampal atrophy assessed using magnetic resonance imaging has been correlated with plasma Cortisol levels in depression (Axelson et al., 1993) A related but astonishing fact is that all hormones with weH defined effects on mood (estrogen, progesterone, glucocorticoids and thyroxine) have intraceRuar receptors whereas most other hormones act through membrane receptors. More surprising than this is that these intracellular receptors have two
